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Toinvestigatetheeffectsof TPCK, an apoptosis-inhibitoryagent,ontheseizureinratepilepsymodel
inducedbyintra-amygdal ai njectionofkainate. Seizuresogeneratedwasdefinedasoccurrenceoflimbclonusor
general spasm. Theratsintherapeuticgroupreceived100mg/kg b.w. TPCKintra-peritonealinjectionlhbefore kainate
administration, while theonesreceivingsol ventservedascontrol s.Fromday8postinjection,cl oseobservationwas performed
ineveryrat,2hperdayand5dperweekinadurationof 6weeks,andthenumberof sei zuresperweekwas calculated.Six
weekslater, thehippocampal tissue was obtained and the number of survived neurons in CA3regioncounted.
Quantificationreveal edno significant difference in the number of seizures between the therapeutic group and the control
groupinthesameperiodofobservation ( >0.1), althoughthenumberofsurvivedneuronswassignificantlyhigherin the
former( <0.05). Theseresultssuggestthat TPCK showedneuroprotectiveeffectagai nstkai nateneurotoxity on
neuronsinCA 3region,however,thiseffecti snotaccompani edbyreducednumberof sei zureswithinéweeks.
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